1H23H/Jan23 (14 :35—16:10)

AR T (REKREEMFEHERT)

BIZFERTRILD5E - 2% - 1EEOBAT

Ras% ¥ 37 Hid, MlaOBERLHEAFIH T2V MEESFE L THMORAT VS, 7. b FRF
MOBWAD L AEREREFOEREIMRH SN, PABEFELTELLIAGNZIDTHE, ZOF
fEFDFIE in situ hybridization ETHNRTA D &, HAZLOLFDHABTREITO LN LA, FhC
b, WIS L Do OB RMEA TR LBVRENEOO N, £2T, HRasKBET I AFED .

TORBIZOVWTEIT L7z, HAAZ, BETOLTPREIE LA LA, BHE L D KX ZLTPAHRIE X h

726 7o, NMDAZEMAED ) B, NR2ZAB X UNR2BD ) Y EHEATLEL TBH ., AT T AF v 2L OH

EAFRO LN, TOZ LI, HRasy 787 BAS, NMDASEAED) VBL L AEHT 52 L 12X - CLTP
DHREEIT> T VB TREMZREL TV%, NR2BY 722y MR FRask T 5 ¥ 7 F I EEDEZE

VAN T LOMBARALT SR THETE OBERIZOWTHEL ML,

Motoya Katsuki (The Institute of Medical Science, The Univ. of Tokyo)

An approach to the studies of learning, memory and behavior by mutant mice.

Ras protein plays a critical roles in cell proliferation and differentiation as a signal transducing protein.
Furthermore, the ras gene is also known as an oncogene, the activated types of which were widely detected in
human and animal tumors. The expression profiles of the ras gene observed by in situ hybridization showed
that this gene is expressed abundantly in neuronal cells of the CNS which have been already terminally
differentiated. We generated the H-ras knockout mice to study the physiological function of the Ras protein. In
mutant mice, tyrosine phosphorylation of the NR2A and NR2B subunits of the NMDA receptors is increased,
and, correspondingly, NMDA synaptic responses are selectively enhanced. In addition, long-term potentiation
is markedly enhanced in the mutant mice, most likely because of a selective enhancement of NMDA synaptic
responses. Therefore, the regulation of activity dependent synaptic plasticity in the adult animals by
downregulation of the phosphorylation of the NMDA receptor may be another major and pivotal role for the H-
Ras protein. Further, we found that the ERK (MAP kinase) is activated through NR2B to Ras-MAPK pathway
by an application of NMDA into the primary culture of the hippocampus neuronal cells. We also revealed the

roles of NR2B that make a balance between death and surviving signals.



